In 1979, Zipes et all reported on a peculiar type of ventricular tachycardia in three patients characterized by a QRS with a width of 0.12 to 0.14 second and a right bundle branch block-like shape with left-axis deviation. The patients were young and had no or minor cardiac abnormalities, and their arrhythmias could be induced by exercise, atrial pacing, ventricular pacing, and atrial and ventricular premature beats. The authors postulated that the origin of the tachycardia was probably localized to a small, relatively protected region of reentry or triggered automaticity located in the posteroinferior left ventricle. One year later, termination of a similar type of ventricular tachycardia by verapamil was reported suggesting a possible role of the slow inward calcium channel in the genesis of the arrhythmia.2 The same authors noted a concordant relation between the premature beat interval initiating ventricular tachycardia and the interval from the premature beat to the first beat of the tachycardia, supporting triggered activity as the possible underlying mechanism of the tachycardia. Observations by Belhassen et a13 in a larger series of patients proved the sensitivity of this type of ventricular tachycardia to verapamil administration. It also became clear that this arrhythmia See p 2607 predominantly occurs in males, is usually paroxysmal but occasionally incessant in nature, is not entirely benign, and may result in a "tachycardiomyopathy."
In 1979, Zipes et all reported on a peculiar type of ventricular tachycardia in three patients characterized by a QRS with a width of 0.12 to 0.14 second and a right bundle branch block-like shape with left-axis deviation. The patients were young and had no or minor cardiac abnormalities, and their arrhythmias could be induced by exercise, atrial pacing, ventricular pacing, and atrial and ventricular premature beats. The authors postulated that the origin of the tachycardia was probably localized to a small, relatively protected region of reentry or triggered automaticity located in the posteroinferior left ventricle. One year later, termination of a similar type of ventricular tachycardia by verapamil was reported suggesting a possible role of the slow inward calcium channel in the genesis of the arrhythmia.2 The same authors noted a concordant relation between the premature beat interval initiating ventricular tachycardia and the interval from the premature beat to the first beat of the tachycardia, supporting triggered activity as the possible underlying mechanism of the tachycardia. Observations by Belhassen et a13 in a larger series of patients proved the sensitivity of this type of ventricular tachycardia to verapamil administration. It In this issue of Circulation, Nakagawa et a17 report their results of the application of radiofrequency current in eight patients with idiopathic left ventricular tachycardia. They stress the necessity of a careful search for a short, sharp, high-frequency potential preceding the onset of QRS during tachycardia. Such a potential was found over an area of 2 to 3 cm2 in the posterior half of the left ventricular septum, one fourth to one third of the distance from apex to base. This area was found to be located more basally than the left ventricular area with earliest ventricular activation during tachycardia, and the potentials recorded were considered to represent activation of the Purkinje fiber network of the left posterior fascicle. Radiofrequency energy delivered in the area of Purkinje potentials resulted in cure of the tachycardia.
It is interesting to speculate on the mechanism of this type of tachycardia. Okumura et a18 showed that the tachycardia can be entrained by ventricular and atrial pacing. Entrainment by atrial pacing with apparent complete supraventricular capture suggests easy access over the specific conduction system into the reentry circuit. It therefore appears that the Purkinje network of the left posterior fascicle forms an integral part of the reentry loop with ventricular muscle as the slow component of the circuit. Differences in location of the muscle segment might explain the different areas of earliest activation (exit from the tachycardia circuit) described by German et 
